when she complained of difficulty in getting on the bus and in climbing any steep steps. She could walk 3 to 4 hr on the level. Her physical appearance at that time ( Fig. la) was characteristic of dermatomyositis. She had a scaly violaceous rash on both upper eyelids and a faint redness of butterfly distribution on her face. She had capillary dilatation at the upper eyelid margins and the nail beds of her fingers. There was generalized weakness of all muscle groups; the proximal muscles being much more severely affected than the distal ones. (Fig. lb) . Over the next 2j years her hair became progressively frizzy (Fig. lb) , having previously been straight. In the past 3 months she has gone into remission with regard to her muscle power. Her hair remains frizzy.
Antibody studies were undertaken 3 years after the start of her illness, and at a time when she was partially treated with prednisolone.
Methods
The patient's serum was allowed to react with frozen sections of rat lip (hairless skin), ordinary rat skin (for hair follicles), human group 0 Rh negative scalp skin, human thyroid tissue, and striped muscle. After washing with buffered saline, antihuman gamma-globulin labelled with fluorescein isothiocyanate was applied, and after a second washing mounted and examined microscopically by ultraviolet light (Coons and Kaplan, 1950) .
Sera from normal subjects and from a patient with myasthenia gravis were similarly tested.
Results
The results are summarized in the Table. FIG ( x500).
Fluorescence of the A bands of striated muscle (Fig. 2) (Fig. 3) either to thyroid or to 'skin' 2 of the 3 sera from myasthenia patients showed evidence of antibodies to striated muscle; 1 of these also contained antithyroid antibody. None of these, or of the controls, showed 'hair follicle antibody'.
Discussion
Dermatomyositis is more commonly a disease of middle-aged adults, in whom it has frequently been associated with malignancy (Dowling, 1955; Behrman and Forman, 1939; Arundell, Wilkinson, and Haserick, 1960) , and some cases have been described where the dermatomyositis improved after the removal of the tumour (Bezecny, 1935) .
Serum studies in some of these patients have shown the presence of antibodies to the specific tumour and to muscle (Alexander and Forman, 1968; Copeman and Alexander, 1968) .
Dermatomyositis in children, however, is not related to malignancy. Previous antibody studies have been negative.
The finding of antibodies to muscle and 'hair follicle' in this child with dermatomyositis who suddenly developed 'frizzy hair' during the course of her disease seemed significant. It may be that the antibody to hair follicle is just a concomitant of the damaged hair or it may be causally related.
Frizzy hair does occur in other clinical situations. In particular with regrowth of hair after cyclophosphamide alopecia, it is possible that the change from straight to frizzy hair is a sign of hair follicle damage, which in our patient could have been due to anti-hair-follicle antibody. It is also possible that the damaged hair follicle itself might have been responsible for the production of antibody.
Muscle antibodies also occur in patients with myasthenia gravis. This child showed no improvement in strength after administration of edrophonium chloride, nor was the muscle histology even remotely like that in myasthenia. Furthermore, corticosteroid therapy does not result in consistent muscular improvement in myasthenia. Again the problem arises whether in either disease the antibody produces the muscle damage or damaged muscle stimulates the synthesis of antibodies. 
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